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Introduction
Following an acute myocardial infarction due to the occlusion of an epicardial coronary artery accompanied by the absence of blood flow in the territory of the artery involved, the myocytes undergo a physiological process of ischemia, lesion and necrosis, with the release in the interstitial space of enzymes that can be revealed paraclinically using laboratory analyzes .
( ) 1
The atheromatous plaque actively contributes to thickening of the arterial endothelium by depositing lipids, especially cholesterol, increasing progressively in size and resulting in ischemic coronary artery disease, and with the breakdown of the atheromatous plaque arterial artery occlusion with the occurrence of acute myocardial infarction. Since cholesterol contributes directly to atherosclerosis, its dosing is essential in the prevention of ischemic heart disease, and LDL-cholesterol dosing is important to be known for over 50% of total plasma cholesterol is transported in this form .
(2) Plasma cardiac troponins are the standard in the evaluation of myocardial necrosis due to their high specificity and high sensitivity, and their detection after acute myocardial infarction in the bloodstream increases rapidly, three hours after symptom onset, reaching the maximum threshold after the 12-24 hours, and normalization occurs after 10-14 days .
(1, ) 3
Because its values are specific for a myocardial infarction, it must exceed the 99th percentile of the characteristic of each individual test .
( ) 4
If plasma troponin dosing is not feasible, creatine kinase-CK and its MB isoenzyme can be detected, which can be detected after 16
hours after onset of STEMI. Compared to CK that has specificity for skeletal muscles, CK-MB has an increased specificity for myocardial muscle .
(1, 5) Myoglobin plasma concentration increases rapidly after an acute myocardial infarction but its lack of specificity makes it more rarely used in clinical practice .
(1)
The no-reflow phenomenon occurs after an acute myocardial infarction, when after percutaneous reperfusion of the coronary artery-inducing infarct, the blood flow is not resumed in the coronary microcirculation . For 
Objectives
The study wishes to demonstrate the correlations between the biological markers i n v o l v e d i n t h e a t h e r o g e n e s i s a n d 
Material and method
A study was conducted on 656 patients (Table 3) . 
Discussions

